SUMMARY Concentrations of individual free amino acids were determined in lumbar cerebrospinal fluid (CSF) from patients with various complaints including histologically verified Alzheimeres dementia. Glycine and glutamine in the CSF of Alzheimer's dementia samples were lower than that of control samples. Only the concentration of glutamic acid in Alzheimer' s dementia patients correlated with psychological measures. The reduction in glycine concentration was not specific for Alzheimerx's dementia. 
SUMMARY Concentrations of individual free amino acids were determined in lumbar cerebrospinal fluid (CSF) from patients with various complaints including histologically verified Alzheimeres dementia. Glycine and glutamine in the CSF of Alzheimer's dementia samples were lower than that of control samples. Only the concentration of glutamic acid in Alzheimer' s dementia patients correlated with psychological measures. The reduction in glycine concentration was not specific for Alzheimerx ' Spinal fluid (4-10 ml) was removed from the lumbar subarachnoid space following a 24 hour fast and frozen at -70°C until analysis. The CSF was mixed with nor-leucine internal standard, deproteinised and chromatographed on an autoanalyser, as previously described4 7 except that centrifugation was at 12,000 g and the supernatant fraction was left overnight at -20°C. The concentrations of aspartic acid, threonine, serine, glutamic acid, glutamine, glycine, alanine, leucine, isoleucine, valine, methionine, tyrosine, phenylalanine, histidine and lysine were determined.
Statistical comparisons were by analysis of variance and It is difficult to be sure of the relevance of the correlations of amino acids with cognitive scores, when the concentrations do not differ between control and dementia groups. However, the correlations between the glutamate content of CSF and psychological measurements are significant for only the Alzheimer group. Similarly, the glutamine content of CSF is reduced only in Alzheimers disease. This suggests that glutamate metabolism is altered in Alzheimer's disease and possibly that glutamergic neurons are not spared in this disorder. These neurons may possess serotonin2 receptors, '3 which are reduced in Alzheimeres disease. '4 Other evidence indicates that descending cortical glutamergic neurons are involved'5 whereas intrinsic cortical glutamergic cells appear to be spared. '2 As methods improve for studying these neurons and their connections it should prove possible to test directly hypotheses that these cells are involved in memory mechanisms. '617 
